(NOAR) was established in order to identify new cases of inflammatory arthritis as they occur in the community and to follow these patients longitudinally in order to investigate the natural history. All practices (77 in 1989, comprising 286 general practitioners) and appropriate hospital clinics were asked to notify NOAR of all adults (aged over 16 yr) who fulfilled the defined polyarthritis criteria [4] . Soon after notification, patients were evaluated clinically in the home by metrologists and blood taken for RF testing. All patients were reviewed 1 year later at which point X-rays were taken if indicated.
The current report [4] provides age-and sex-specific incidence rates of polyarthritis onsets in 1990 among the NHA population who satisfied 1987 ARA criteria [8] when first seen. Incident cases during 1990 were allowed to present as late as 31 December 1991.
The incidence figures are acknowledged to be minimum estimates [4] . Various reasons contribute to this belief, including incomplete physician ascertainment, failure of referral to NOAR as well as satisfaction of ARA criteria [8] , only after presentation [4] . As the NHA study progresses, such methodologic influences on the incidence of RA are likely to be more precisely defined and more accurately interpreted.
Accepting the validity of these NHA incidence data [4] for the present, interesting age-sex interaction patterns are seen. Although RA was rare in men under age 45 yr, the incidence exceeded that of women in the oldest age group (i.e. 75 yr and older). The paucity of RA in younger adult males in the NHA study [4] supports previously derived incidence data.
From 1967 to 1977, a long-term, longitudinal survey was conducted of newly-diagnosed arthritis among residents under 45 yr of age in Memphis and Shelby County, Tennessee, USA (a racially-mixed population ca 500 000) [5, 6] . The 45 yr age limit was designed to minimize confounding effects of OA in this Arthritis Research Program (ARP). In that ARP Study [5] [6] [7] , the incidence per 100 000 person-years (PY) of referred cases diagnosed as RA by the 1958 ARA criteria [9] increased in the younger women, i.e. from 20 (in ages 16 to 25 yr) to 50 (in ages 35 to 44 yr). However, in men, the incidence decreased slightly, i.e. from 15 (in ages 16 to 25 yr) to 8 (in ages 35 to 44 yr) [5] [6] [7] .
In a preceding incidence study of atomic bomb survivors in Hiroshima-Nagasaki, Japan, performed by the Atomic Bomb Casualty Commission (ABCC) [10] , no male case under age 50 yr was found during 4300 PY observation vs seven females cases during in 8500 PY. Among survivors age 50 yr and over, the respective frequencies were six male RA cases during 4400 PY and 10 female RA cases during 6400 PY. male RA cases under age 50 yr is consistent with the above-described incidence studies [4, [5] [6] [7] . Also, the nearly equal sex-specific incidence of RA in the 50+ yr age group, i.e. 136 in male and 156 in female atomic bomb survivors per 100 000 PY [10] , is analogous to the nearly equal sex ratio of incidence rates in the 65+ yr age group of the NHA study [4] . In the incidence study of RA from Rochester, Minnesota, USA [11] , an exaggerated female to male (F:M) sex ratio (i.e. greater than the usual all ages 3:1 ratio) was seen only in the youngest age group, i.e. 20-29 yr. Only one male RA case was observed in 68 000 PY vs 14 female RA case in 107 000 PY. Incidence rates of RA in the youngest adult females and males were 13 vs 1.5 per 100 000 PY, respectively, or a sex ratio of almost 9:1. Among persons aged 30 yr and older, the F:M ratio of incidence rates was 2.3:1.
Comparative F:M age-specific incidence data on RA were also obtained in a recent study in central Massachusetts, USA [12] . The F:M ratio of incidence rates was higher at 4.0, under age 60, than at 2.4, in the 60+ yr age group. A recent incidence study of only female RA in Seattle, Washington, USA [13] showed a gradually increasing frequency throughout the age range.
Based upon the above-described incidence data on RA (including juvenile onsets) [4, 7, [10] [11] [12] [13] , schematic, integrated age-sex specific patterns can be constructed for males and females (Fig. 1) . Documentation for the validity of these patterns is still limited. Validated patterns will require confirmation from additional data in multiple population studies. Available data suggest a significantly greater F:M ratio of incidence rates in RA during child-bearing years (ca 15 to 50 yr) than either in childhood [7] or in old age [4, [10] [11] [12] . Several further interpretations of these incidence curves may be proposed: (1) an overall increasing rate with increasing age in both sexes; (2) minor inflections in females at puberty (diminishing) and around menopause (increasing), each evident for about a decade; and, [3] a major inflection in males at puberty (diminishing), evident for several decades.
The early incidence findings [5] [6] [7] 10] led to a hypothesis and later supporting studies [14] that AA steroid deficiency may contribute to the pathogenesis of RA, especially in women of child-bearing age. Those epidemiological [5] [6] [7] and metabolic [14] studies prompted an analysis of the age-specific F:M ratio of clinically-detected adult RA patients at onset of disease, conducted at the Arthritis Institute in Belgrade, Yugoslavia [15] . Exaggerated F:M ratios were found among the youngest adult seropositive RA patients, i.e. 38:3 cases at ages 16-24 yr and 70:13 cases at ages 25-34 yr vs 225:75 cases at ages 35+ yr. The F:M ratio was 6.8:1 under age 35 yr vs 3.0:1 from age 35 yr and older (/ > <0.001). No evident age-sex interaction at onset of RA was found among 100 females and 46 males with seronegative RA, who had an overall F:M ratio of 2.2:1 [15] .
Further investigations utilizing the NHA population database, both with respect to cumulative age-sex specific incidence rates and other characteristics of the new RA cases, can further define the true age-sex interaction patterns in RA as well as the possible role of AA steroid deficiency in its pathogenesis [14, 16] .
Controlled, prospective studies of RA have found decreased serum levels of dehydrospiandrpsterone sulphate before onset of illness (mean 12 
